Introduction
In the reported series of the nephrotic syndrome in childhood, only 1-5%. of the cases occur in the first year of life (Barnett, Forman and Lauson, 1952; Arneil, 1961; Cornfield and Schwartz, 1966; McDonald, Wiggelinkhuizen and Kashula, 1971) . A familial incidence has been recorded among these infants (Vernier, Brunson and Good, 1957; Parker and Piel, 1960; Hansen and Coye, 1961; Cornfield and Schwartz, 1966) . The term 'congenital nephrosis' was used to describe the condition starting in the first few weeks of life. Norio, Hjolt and Hallman (1964) and Norio (1966) in extensive studies of congenital nephrosis came to the conclusion that the disorder is a hereditary one, transmitted in an autosomal recessive way and is much more common in Finland than in other countries.
The Finnish workers described the main features of the syndrome as premature birth, large placenta, distended abdomen, proteinuria and dysproteinaemia of the nephrotic type, high susceptibility to infection together with resistance to all therapies and consequently with a fatal outcome.
Hoyer et al. (1967) Hb WBC/mm3 Urea Cholesterol Albumin a I globulin a 2 globulin 13 globulin y globulin globulin g/100 ml mg/lOOml mg/100 ml g/100 ml g/100 ml g/100 ml g/100 ml g/100 ml g/100 ml The parents of the four patients were first cousins; the children's maternal grandmother and paternal grandmother were sisters. Both father and mother were physically normal. They had normal urine, normal blood cholesterol and negative VDRL tests. They had five other healthy children, four girls and two boys, with no physical or laboratory evidence of a renal disorder. The father had three brothers and one sister, and the mother had five brothers and a sister; all were in good health with no renal disease, eye or ear abnormality.
Discussion
The four children in one family suffered from a nephrotic syndrome as evident by heavy proteinuria, massive oedema and consistent changes in serum proteins. In all the onset of the illness occurred within the first year of life. They were all uninfluenced by corticosteroids, and one by cyclophosphamide therapy in the usual doses. They all showed a high susceptibility to infection and poor response to antibacterial therapy. They all progressed to a fatal outcome after a short period of survival.
These are the features of congenital nephrotic syndrome similar to those reported by Norio et al. (1964) . The study of the family tree suggests an autosomal recessive mode of inheritance (Fig. 1) . This is consistent with the views of Nario et al. (1966) .
Some features of congenital nephrosis described by other workers namely: premature birth, failure to thrive and onset under 3 months of age were not observed in our patients (Norio et al., 1964; McDonald et al., 1971) .
No histological study of the kidneys, pre or post mortem, were possible in our cases. Previous studies by other workers have shown in a number of cases, especially those of Finnish extraction, specific changes consisting of dilatation of the proximal tubules, segmental atresia of the tubules and increase in the size of glomeruli with distension of Bowman's space. On electron microscopy the epithelial foot processes were characteristically fused but the basement membrane was not thickened (Hansen and Coye, 1961; Norio et al., 1964; Hoyer et al., 1967) .
The pathogenesis of the syndrome is not yet clear. Early onset in some cases, as early as the first few days of life, is a point against the theories of infection or hypersensitivity as a cause. Hoyer et al. (1967) in their extensive study came to the conclusion that immune mechanism or maternal antibodies as suggested by Lange (1963) and Kobayashi (1966) are unlikely causes of renal damage in these children. They expressed the view that the autosomal mode of inheritance suggests a metabolic defect acting on the kidneys rendering the glomerular basement membrane abnormally permeable, leading to the development of the syndrome. Urinary coproporphyrins and amino laevulinic acid concentrations were elevated. These latter tests are useful for confirmation of clinical diagnoses and for the screening of industrial lead workers.
Introduction
A lead hazard exists in many industries and even where protective measures are enforced, workers have shown indices of exposure only just below danger levels (Gibson, Mackenzie and Goldberg, 1968) . Several tests are available for detecting those in danger of becoming intoxicated. Measurements of blood lead and haemoglobin concentration are widely used for such screening. Two cases are described to draw attention to the limitations of these particular tests whether used in a prophylactic capacity in industry or to confirm clinical lead poisoning.
Methods
Blood and urinary lead concentrations were measured by E. King of National Occupational Hygiene Services using the classical monocolour di- thizone technique (King and Thompson, 1961) . Within the relevant range of blood lead concentrations, 50-100 ,ug/100 ml whole blood, results are accurate to within ±5 ,ug.
Case 1
A 20-year-old man mixed lead sulphate and lead stearate powders in the manufacture of plastics. An extractor fan was ineffective. Dust readily penetrated his gauze mask. Within 3 weeks of starting the job he developed central abdominal, colicky pain; this was quickly followed by vomiting. The condition was not recognized and after a week at home he resumed work. Within 3 hr he was prostrated by abdominal colic. He was admitted to hospital the next day; at that time the haemoglobin was 14-2 g/100 ml and the blood lead 75 [tg/100 ml. The pains diminished over a period of 4 days. Four weeks later at outpatients, the blood lead was 73 ,ug/100 ml. Against advice, he again resumed work. Within 3 weeks he was re-admitted to hospital, the symptoms had recurred. Vomiting started at the onset of the abdominal colic; it was intractable and was evoked by any oral food or fluid for 3 days after the colic had ceased. He also complained of postural dizziness, parasthesiae in the hands and face and that 'the use had gone out of his legs'. Examination revealed an ill-defined blue line on the upper gum which had disappeared within 5 days but there was no neurological abnormality.
